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That the adrenal medulla and the adrenal cortex are in close anatomical contiguity is beyond dispute. Whether there is an equally close functional relationship is the subject of the present discussion.
Attention was directed to this problem by observations on a patient with persistent hypertension due to a phtochromocytoma who developed adrenal insufficiency and, despite the fact that she was still barbouring a functioning phmochromocytoma, became so hypotensive that she could not stand up. This case is reported in full elsewhere (Ross 1961) .
It is well recognized that hypotension is a feature of advanced adrenal failure. Several factors, such as sodium loss, decreased circulating plasma volume and so on, may play a role in the reduction of blood pressure. Observations on the patient mentioned above, however, suggest that perhaps the pressor activity of catecholamines is reduced in the absence of adrenal cortical hormones, i.e. adrenal cortical hormones are perhaps permissive, in the sense used by Ingle (1952) , for the action of medullary hormones. Alternatively, the relationship between the two may be purely secondary. Various aspects of this relationship will be considered.
(1) The pressor effect of noradrenaline is weakened by adrenalectomy (Ramey etal. 1951, and others) .
(2) The simultaneous administration of bydro-cortisone (Ross 1961) or deoxycorticosterone (Schurgen 1947) does not potentiate the pressor effect of noradrenaline.
(3) The simultaneous administration of aldosterone with noradrenaline potentiates the effect of noradrenaline in low dosage (Table 1) . (4) The pressor effect of noradrenalime is potentiated by the long-term administration of steroids plus sodium chloride (Raab 1942 , Ross 1961 ).
(5) The potentiation of noradrenaline during prolonged steroid therapy is weakened by simultaneous sodium deprivation (Selye et al. 1943, and others) . Similarly, the development of steroid hypertension is prevented by sodium deprivation (Raab et al. 1952 ).
(6) In normotensive subjects, the systolic response to noradrenaline is weakened by sodium deprivation (Raab et al. 1952 , Ross 1961 ) although this has been denied (Dahl 1957) . Diuretics also weaken the response to noradrenaline (Merrill et al. 1958, and others).
(7) Reduction of plasma volume foQllows the administration of diuretics or sodium deprivation.
Restoration of plasma volume to normal has been reported to restore pressor response to normal in rats (Dustan & Takagi 1960) and in man (Wanko & Freis 1958) . Experiments by the author fail to confirm this (Ross 1961) . One must conclude that pressor response to noradrenaline does not solely depend upon circulating vascular volume.
(8) An increased sodium content in muscle and other tissues has been reported in hypertensive animals and patients (reviewed by Tobian 1960) . Tobian & Fox (1956) found an increased sodium content in the walls of the femoral arteries of dogs during noradrenaline infusions. A fall in plasma sodium concentration occurs during noradrenaline infusions (Friedman, Friedman & Nakashima 1957 , Friedman, Butt & Friedman 1957 , Ross 1961 . The rise of diastolic pressure during noradrenaline infusions is directly related to the fall of plasma sodium concentration (Ross 1961) . The sodium lost from the plasma moves into cells. The concept that the responsiveness of the vascular musculature to noradrenaline is inversely related to the trans-membrane sodium gradient is supported (Friedman et al. 1959 , Raab 1959 .
Conclusions
The functional relation of the two parts of the adrenal gland is indirect, mediated through the sodium ion. The adrenal cortex indirectly modifies the response to noradrenaline in two ways: (1) By its effect on plasma volume resulting from its control of sodium excretion by the renal tubules,.and
(2) by an effect upon the intracellular distribution of the sodium ion.
As an illustration, the consequence of dietary sodium restriction is reduction of plasma volume, which weakens noradrenaline responsiveness but results also in the increased. secretion of aldosterone which potentiates the effect of noradrenaline, perhaps by increasing intracellular sodium content. The net result is the protection of the blood pressure from the results of fluctuation of sodium intake.
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Paper The Stein-Leventhal Syndrome [Abridged] by Professor Albert P Netter (Paris) From an analysis of 7 cases Stein & Leventhal (1935) described a syndrome characterized by the following symptoms: Amenorrheea; hypertrophied, pale, micropolycystic ovaries surrounded by a thick capsule and containing no corpora lutea; hirsutism and obesity; and sometimes, but not always, hypertrophy of the breasts. For treatment they advocated a wedge resection of the ovaries and obtained favourable results. This description clarified the problem of 'scierocystic ovaries' which had been the subject of many papers in the older literature. The treatment had been suggested by Kosmak (1913-14) and by Walther (1913) . Since then there have been many discussions regarding the causes, diagnosis and pathogenesis of the condition. These, instead of throwing light upon the problem, have tended to aggravate the confusion so that at the First International Congress of Endocrinology (1960), an American delegate said that this syndrome is the 'garbage can' of ovarian endocrinology.
This rather confusing situation arises from the choice of the criteria defining the syndrome. Some authors include in the syndrome all cases of
